positive cells during the 24 hr exposure to Microcystis MG ( Figure 2F ). Treatments with LY294002 (LY), a specific inhibitor of protein phosphatidylinositol 3-kinase [21] , or H7, a broad-based serine/threonine kinase inhibitor [22] , also halted the accumulation of ROS during the first 8 hr; however, in contrast to SB and PD, these treatments stimulated the formation of ROS thereafter ( Figure 2F ). These data suggested a role for the MAPK family in the perception of the cyanobacterium (or its toxin) by the dinoflagellate and in the signal transduction process leading to the accumulation of ROS. 3C and 3D) . Interestingly, this inhibitor is known to specifically block the p38 MAPK and thereby the apoptotic pathway [23] . In contrast to the effect of SB, the addition of LY or H7, which inhibited the initial ROS formation but not the secondary burst of ROS (Figure 2F) , resulted in a percentage of dead cells similar to or even higher than that observed in their absence ( Figure 3D ).
Cell Death and Thymidine Incorporation in
In addition to promoting cell death, Microcystis MG 
Conclusions and Perspectives
The results presented here provide the first report on 
